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to detect the expression of LMO4 and CD133 in prostate cancer tissues and prostatic hyperplasia tissues. Fluores—
cence activated cell sorting was used to harvest CD133 " and CD133 ™ cells. Colony formation assay was performed
to determine proliferation ability. RNA interference was performed to knockdown Lmo4 expression in PC3 cells.
Western blot and immunofluorescence assay were used to detect the expression of LMO4 and CD133 protein in PC—
3 cells or PC3/SiLmo4 cells. Flow cytometry tested the CD133 ¥ cells number and cells proliferation ability. Colo—
ny formation assays were used to determine PC3 cells clonogenic capability. Co-dmmunoprecipitation ( CodP) was
used to detect the interaction between LMO4 and cyclin-dependent kinase 9( CDK9) . Results Comparing to pros—
tatic hyperplasia tissues CD133 and LMO4 expresssions dramatically increased in prostate cancer tissues. CD133 "
subpopulation of PC3 cells exhibited high clonogenic capability. Both CD133 expression and numbers of CD133 "
cells significantly decreased in LMO4 knockdown PC3 cells. Furthermore silencing Lmo4 led to decrease the abil—
ities of cell proliferation and clonogenic. Co-immunoprecipitation analysis showed that LMO4 and CDK9 could form
a LMO4/CDK9 complex in prostate cells. However CDK9 may leave from the complex owing to LMO4 overexpres—
sion in prostate cells. Interestingly the LMO4/CDK9 complex was not detected in PC-3/SiLmo4 cells. Conclusion

Up-expression of the nuclear transcription factor LMO4 is consistent with higher expression of cancer stem marker
CD133 in prostate cancer. Prostate cancer cells proliferation may be regulated by LMO4 in an independentd.MO4 /
CDK9 complex manner.
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Effects of IGF-II methylation on apoptosis of trophoblast cells

induced by high glucose and PI3K/Akt pathway
Li Qin Xie Yingying
( Dept of Obstetrics  Affiliated Hospital of Qinghai University Qinghai  810000)

Abstract Objective To investigate the effect of insulindike growth factor Il ( IGF-II) methylation on trophoblast
cells apoptosis induced by high glucose and PI3K/Akt pathway. Methods Human choriotrophoblast cell line
HTR-8/SVneo was cultured in vitro and randomly divided into control group high glucose group 5-Aza-2"-deoxy—
cytidine ( methyltransferase inhibitor) + high glucose group (50 mmol/L of glucose) . High glucose group and 5-
aza-dc + high glucose group were cultured in high glucose medium then 5-aza-dc + high glucose group was treated
with 5-aza-dc. The methylation level of IGF-]I was detected by nested methylation specific PCR ( nMS_PCR) . The
cell proliferation was detected by CKK-8. The cell apoptosis rate was detected by flow cytometry. The expressions
of IGF-I protein apoptosis—related protein ( Bcl2 Bax caspase-3) PI3K/Akt pathway protein ( PI3K p-
PI3K Akt p-Akt) were detected by Western blot. Results Compared with the control group the cell relative
survival rate and the expressions of IGF-Il Bcl2 p-PI3K and p-Akt proteins in the high glucose group decreased
(P <0.05); the methylation level of IGF-]I  apoptotic rate expressions of Bax and caspase-3 protein increased
(P <0.05) the expressions of PI3K and Akt protein did not change( P >0. 05) . Compared with the high glucose
group the relative survival rate and the expressions of IGF-]I Bcl2 p-PI3K and p-Akt in the 5-aza-dc + high
glucose group increased ( P <0.05) ; IGF-II methylation level apoptotic rate Bax and caspase-3 protein expres—
sions decreased ( P <0.05) the expressions of PI3K and Akt protein did not change( P >0. 05) . Conclusion
IGF-II methylation mediates trophoblast cells apoptosis induced by high glucose. Inhibition of IGF-]I methylation
can promote proliferation and inhibit apoptosis of trophoblast cells which may be achieved by up—regulating PI3K/
Akt pathway.
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